rapidly recover from their pneumothorax, afterwards dying from pulmonary tuberculosis.
Dr. G. NEWTON PITT said that when he saw this patient about two or three weeks after the onset of his attack, the collapse had passed off, but he was still dyspnoeic on the slightest exertion. The left chest was hyper-resonant, with X-rays more transparent than on the right, breath sounds absent and the heart was displaced to the right. The condition, he (Dr. Newton Pitt) considered, was due to compression of the bronchus with an overdistended lung and not to a pneumothorax. He had previously drawn attention to the over-distension of the lung which resulted from compression without occlusion of a bronchus and the probability of its being diagnosed as a pneullmothorax.
The pulse was absent in the left subclavian and radial, but present in the carotid. The large curious oval shadow to the left of the sternum was sharply defined and the possibilities of its being due to an aneurysm, a hydatid, an abscess, a growvth and a hfemorrhage were discussed. There was an eosinophilia of 15 per cent. It was decided that the shape almost excluded an aneurysm and a hydatid, but the diagnosis remained obscure. There was no evidence to show what was the condition of the pulse previously. Gradually the patient's condition improved and the X-rays showed the disappearance of the oval opacity. Recently he had developed a partial pneumothorax at the right base and the X-rays also showed a mottled condition of the lung. This he (Dr. Newton Pitt) considered to indicate a tuberculous process.
The most probable explanation of the oval opacity on the left side, which cleared up, would appear to be a hBemorrhage in the mediastinum which was encysted and did not break into the left pleura.
Dr. ARTHUR (in reply) said that while the patient was in hospital the questions of aneurysm, new growth, hydatid, abscess, and heemorrhage had been considered, and a hydatid was thought to be the most likely explanation. The presence of an eosinophilia of 14'7 per cent. seemed to favour this.
The subsequent history, however, i.e., the clearing up the X-ray opacity, the general improvement in patient's condition, and the later occurrence of a definite pneumothorax on the opposite side, pointed to the condition having been one of mediastinal hemorrhage.
An Acquired Heart Lesion simulating Patent Ductus
Arteriosus.
PATIENT, a girl, E G., aged 10, admitted into King's College Hospital in February, 1920, under Dr. Still. She then had acute rheumatism, nodules being found on the knuckles, and the following murmurs being heard in the heart A loud blowing systolic murmur, heard with maximum intensity at the apex, conducted in all directions, but best outwards and backwards. An indefinite diastolic bruit was heard in the pulmonary area. During the summer a presystolic murmur developed at the apex.
In the autumn of 1920 the lesions appeared to be mitral regurgitation, slight stenosis and slight aortic regurgitation.
In February, 1922, the patient was again in hospital with further attacks of rheumatism. Mitral regurgitation and aortic regurgitation were diagnosed, with roughening of the aortic valves, causing a systolic bruit.
In addition to this a new element had appeared. In the pulmonary area, at the middle end of the second left space, a loud blowing systolic murmur was heard, which was continued into diastole. This varied in intensity with respiration, but not in character. There was no thrill. The resonance over this area was rather impaired.
In January, 1924, the findings were the following: Heart much enlarged. At the apex there is a systolic murmur of mitral regurgitation. Double aortic murmurs are heard in the aortic area, the diastolic being clearest to the left of the sternum. In the pulmonary area, where the resonance is rather impaired, a loud whizzing systolic murmur is heard, which is continued on into the diastole. It is not so marked on inspiration. There is an indefinite thrill in this area.
The point of interest in the case is this last murmur, which has the characters of a murmur caused by a patent ductus, but which is definitely an acquired lesion. A case of patent ductus arteriosus is shown for comparison.
The blood count is normal. The electrocardiogram shows inversion of the T-wave in leads 2 and 3. The X-ray shows some widening of the median shadow at the base of the heart, but plates subsequently taken showed no abnormality of the aorta.
I am indebted to Dr. Still for allowing me to show this case.
Congenital Pulmonary Stenosis and Patent Ductus Arteriosus associated with Mitral Regurgitation.
By C. F. T. EAST, M.B.
PATIENT, L. D., a girl aged 11. About fifteen months ago this child became easily out of breath on exertion. She has had vague pains about the legs and arms. Actually, she was brought up to hospital to Dr. Wiltshire's out-patient department by her mother for attacks of migraine, which were preceded by a mist before the left eye and accompanied by nausea and retching. She had rheumatic fever when she was 9 years old. Heart enlarged, the area of cardiac dullness extending about 5 in. from the middle line to the left and down as far as the sixth space. There is no thrill on palpation. At the apex there is a systolic murmur conducted out to the axilla. In the pulmonary area there is a loud systolic murmur which is conducted upwards. At the left of the sternum in the second space there is a blowing murmur which is systolic in time but continued on into diastole and is in fact almost persistent throughout the cardiac cycle. If she draws a deep breath and holds it, the diastolic part of the murmur is not heard.
The electrocardiogram and blood count are normal. There is no cyanosis and no finger-clubbing. It is thought that the congenital lesions of slight pulmonary stenosis and patent ductus arteriosus are present, associated with an acquired mitral regurgitation due to rheumatic endocarditis.
The case is shown for comparison with the preceding case, E. G., in whom a murmur is audible just above the pulmonary area beginning at systole and prolonged through diastole. This murmur has come into evidence during the last two years.
My thanks are due to Dr. Wiltshire under whose care this child was an out-patient.
